A 47-year-old woman with a I -year histo ry of dysph agia for solid foods pre sented to our institution's Cent er for Voice and Swallowing Disorders. She also had a histo ry of esophagea l dilati on s. She complained of food sticking at th e level of th e cricoid cartilage as often as three times per week. Rem oval of th e bolus some times necessitat ed vomi ting. She had no difficulty swallowing liquids, an d she rep orted no other m edical problems. Findings on the head and neck examination were no rma l, but a barium swallow examination revealed a narrowing in th e distal esophag us. Transnasal esophagoscopy de tected nu merous small «2 mm ) white plaques scattered along the surface of the esop hagus (figure 1). The distal esophag us was dilated with a ba lloon to 18 m m ; this cause d some superficial m ucosal tearing, but no evide nce of perforation was seen on subseq uent fluoroscop y. Esophageal bi opsy dem on strated up to 80 eosino phils per highpower field (h pf) , a finding th at is consistent with eosino philic eso phag itis (figure 2). The results of in vitro inhalant and food allergy testing were negative, The patient was treated with a proton-pump in hibitor and twice-d aily ingested fluti cason e,'and she experienc ed mo derate symptomatic relief.
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Eosino phi lic esop hagitis is an increasingly recognized disord er in the ad ult populatio n. It usu ally presents as dysphagia, food impaction, and/o r a globus sensation .I According to an American Gastroenterological Associatio n (AGA) consensus panel, eosinophilic esophagitis is aclinicopathologic disease cha racterized by (1) symptoms incl ud ing but not restricted to food impaction and dysphagia in ad ults, an d feeding intolerance and symptoms of gastroesophageal reflux disease (GERD) in children, and (2) the presence of 15 or more eosinophils/hpf on esop hagea l mucosal biop sy.' It is most common in mi ddle -aged me n. Pati en ts often report a person al or fam ily histo ry of atopy and food allergies , but a clear associa tio n between eosinophilic eso phag itis and allergy has not been established.
Two ma in hypotheses have been proposed to expl ain th e pathogen esis of eosino philic esophagiti s:
• The first proposes th at a response to a foo d or allergen hyp ersen sitivity triggers cytoki ne production. Recent stud ies exploring eleme ntal diets in children have found that th ese d iets can lead to a complete ame lioration of esophagea l eosinophils, confirming th at foo d allergies are related to eosinophilic esophagi tis in at least some patients.'
• The secon d th eor y ho lds that GERD cau ses acidpeptic dam age to th e epithelial tight junctions, which leads to increased perm eability an d subsequent recruitment of inflammat ory cells, espec ially eosinophils.t' However, th e pa tho logic features intrinsic in eosinophilic esophagi tis do not respond to acid-suppression treatment. 
Figure2. Biopsyanalysisof theesophageal mucosa specimen reveals ahigh numberofeosinophils/hpf (arrows),afindingconsistentwith eosinophilic esophagitis (H&E, original magnification x 200).
The endoscopic features of eosinophilic esophagitis include longitudinal furrowing, friability, edema, longitudinal shearing, raised white lesions, whitish exudates, "crepe paper mucosa;' a narrow esophagus, and transient or fixed rings." In the review by the AGA panel , 86% of patients were found to have rings, strictures, or a narrow esophagus. ' Although none of these features can be classified as pathognomonic, in the appropriate clinical context, the presence of more than one of these findings is strongly suggestive of the diagnosis.
As noted, one of the consensus diagnostic criteria is 15 or more eosinophils/hpf. The esophageal mucosa is unique in the gut because it is normally devoid of any resident eosinophils. However, eosinophils accumulate in disease states such as GERD, Crohn disease, collagen vascular disease, connective tissue diseases, drug-associated esophagitis, etc. Therefore, a careful workup to rule out existing conditions must be made before the diagnosis of eosinophilic esophagitis can be made. The differential diagno sis in these cases must take into consideration the patient's history, clinical presentation, endoscopic features, and precise enumeration of eosinophils perhpf. Adults with eosinophilic esophagitis usually do not have elevated eosinophils or IgE levels in peripheral blood smears .
Management includes topical corticosteroids or elimination of exposure to food allergens. Acid suppression may be useful as an adjunctive treatment. In the presence of confirmed ' food allergy,dietary restrictions have also proven to be efficacious.
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